Introduction
Subacute encephalopathy with seizures in alcoholics (SESA) syndrome is a rare epileptic entity based on typical clinical and EEG features in a setting of chronic alcoholism. 1 Neuroimaging studies of these cases are rare and have not revealed any abnormalities to date. To our knowledge, this is the first report of MRI showing transient cortical abnormalities identical to those associated with typical status epilepticus.
Case report
A 63-year-old man presented to the Amiens University Hospital Emergency Department with a 2-day history of fluctuations of mental state and recurrent episodes of left hemiparesis. He had a history of chronic alcohol abuse (>100 g/day) and had undergone total gastrectomy in November 2006 for carcinoma, with no evidence of extragastric metastasis. He had no family history of epilepsy and no personal history of any other major systemic or infectious Seizure (2008) diseases. On neurological examination, he was slightly confused and disoriented in time. Mild weakness of the left limbs and left hemianopia were also observed. Neurological examination did not show any signs of seizure. Laboratories studies, including complete blood count, blood urea nitrogen/creatinine, serum electrolytes and electrophoresis were within normal limits. Screening tests for drugs, syphilis, thyroid function, antinuclear antibodies, viral infection (herpes simplex virus, HIV, hepatitis B and C, cytomegalovirus and Epstein Barr virus), vitamins B1 and B12, and tumour markers were also normal. Brain computed tomography (CT) scan showed an old ischaemic stroke in the territory of the right cerebral posterior artery ( Fig. 1) . Carotid ultrasonography showed calcified plaques in both carotid bulbs with no significant stenosis. Transthoracic and transoesophageal echocardiography were normal. Twenty-four-hour Holter monitoring did not detect any cardiac arrhythmia. On the second day of admission, the patient remained slightly confused and hemiparetic. Cerebrospinal fluid analysis was unremarkable. Delirium tremens was suspected and parenteral intravenous infusion of vitamins (B 1 1 g/day; B 6 500 mg/day) was started, but with no change in his neurological state despite this treatment. Brain MRI was performed 6 days after admission and showed marked gyriform cortical hyperintensities throughout the right hemisphere on diffusion-weighted imaging (DWI) (Fig. 2) . These hyperintensities were extensive and did not correspond to vascular distributions. The corresponding areas of the apparent diffusion coefficient (ADC) maps were decreased in the frontal region. In the other regions, the corresponding areas on the ADC maps were too small to be analysed. Fluidattenuated inversion recovery (FLAIR) images showed cortical hyperintensity in the abnormal regions seen on DWI (Fig. 3) . There was no evidence of an active central nervous system tumour. EEG showed recurrent periodic lateralised epileptiform discharges (PLEDs) involving the right hemisphere. No seizure was recorded. These findings led to the diagnosis of SESA syndrome with recurrent partial seizures of the right hemisphere, in keeping with the diagnosis of complex partial status epilepticus (CPSE). Treatment with sodium valproate (1500 mg/day by intravenous infusion) was started and led to significant improvement: 6 h later the patient was alert, and the motor deficit completely resolved 24 h later. The next day, follow-up EEG did not reveal any epileptic activity or electrographic seizures. A follow-up brain MRI performed 10 days later showed complete resolution of the previous abnormalities (Fig. 4) . The patient was discharged on sodium valproate (1500 mg/day) after a normal neurological examination.
Discussion
SESA syndrome is a rare entity first described in 1981 by Niedermeyer. 2, 3 It is characterized by a confusional state, recurrent focal or generalized motor seizures and transient focal deficits. More recently, two cases of CPSE in the setting of SESA syndrome have been described. 4, 5 Although EEG abnormalities are typical with PLEDs, 6 neuroimaging features in SESA syndrome are controversial. Initially, no lesion on brain imaging was reported, except for diffuse cerebral atrophy. 1, 7 With progress in neuroimaging, recent studies have frequently revealed the presence of old vascular lesions, 5 in accordance with the higher rate of stroke in alcohol-dependent patients. 8, 9 These findings are consistent with the observation that alcohol precipitates PLEDs in patients with focal brain lesions. 7 This is the first report of transient MRI abnormalities associated with SESA syndrome. Similar transient neuroimaging abnormalities have also been reported after generalized seizures and CPSE. 10, 11 Multiple reversible MRI abnormalities 729 The most frequent MRI abnormalities are focal cortical hyperintensity on T2-weighted images, FLAIR images and DWI, with reduced ADC values, increased signals of the ipsilateral middle cerebral artery on magnetic resonance angiography and leptomeningeal enhancement. 11 These changes can be distinguished from other processes on MRI because they are reversible, have a gyriform pattern not restricted to a vascular distribution and lack a mass effect. The pathophysiology of these MRI changes remains unknown. Localized breakdown of the blood-brain barrier with increased permeability, hyperperfusion of the epileptic region and development of cytotoxic oedema are possible explanations. However, reduced ADC values are supposed to represent cytotoxic oedema with bound water within the cell and are believed to represent severe tissue damage progressing to necrosis. 12 On the other hand, reversible reduced ADC values have also been reported after seizures and metabolic disorders, which indicates that functional disturbances can be associated with reduced ADC. 10 Although these abnormalities resolve, some cerebral atrophy has been reported, indicating that diffuse brain injury may occur following status epilepticus.
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Our findings support the hypothesis that SESA syndrome may be a clinical subtype of CPSE. Indeed, CPSE is an under-recognized and heterogeneous clinical disorder, defined as a change in behaviour and/or mental processes from baseline associated with continuous epileptiform discharges on the EEG. 13 CPSE has also been described in patients with cancer but with no evidence of central nervous system lesions. 12 However, cancer did not play a crucial role in the present case, as there was no evidence of active cancer during the episode of altered mental state.
In conclusion, SESA syndrome is a rare disorder which may be considered to be a subtype of CPSE, taking into account the characteristic clinical and EEG changes and our recent MRI findings. CPSE remains a challenging diagnosis because of its heterogeneous and subtle clinical features.
